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WE have reported that spontaneous attacks of periodic paralysis are preceded by large increases of urinary aldosterone and by intense retention of sodium (Conn et al. 1956 ). This is followed shortly by sequestration of potassium within the body, both serum and urinary potassium falling abruptly and intensely. Serum-sodium often rises to abnormally high values as serum-potassium reaches its lowest ones. As the attack subsides a great diuresis of sodium occurs together with a less intense increase of urinary potassium. Serum-sodium and serumpotassium return to normal together. By this time urinary aldosterone has returned to base-line values.
We have explored further the role of retention of sodium in setting off potassium sequestration-i.e., acute hypokalsemia and hypokaluria. Two young men with the familial type of periodic paralysis were the subjects of this study. One of them, living in our laboratory, submitted cheerfully to 11 months of a rigid metabolic balance regime. The other was studied for 30 days to test in a different person the applicability of the metabolic principles discovered in the first one. The subjects are not related. 
